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RE: Naturally Raised Marketing Claim 
 
The Humane Society of the United States (HSUS), the nation’s largest animal protection 
organization representing nearly 10 million members and constituents, welcomes the opportunity 
to submit comments to the U.S. Department of Agriculture’s Agricultural Marketing Service 
regarding the “naturally raised” marketing claim for animal food products. 
 
The “naturally raised” claim offers an alternative to producers and consumers who prefer a 
method of food production that is more sustainable and less inhumane than practices employed by 
customary animal agribusiness industries. In order to benefit from the use of this label and the 
higher prices consumers will likely pay for items labeled “naturally raised,” producers must be 
required to engage in production methods that are meaningfully distinguished from those 
employed in conventional animal agribusiness and, in fact, are “natural” both in practice and for 
the animals. 
 
Critical issues include the following: 
 
Providing natural housing and enriched environmental conditions 
 
Unlike conventionally raised farm animals, those who are sold under the “naturally raised” label 
must be afforded housing and environmental conditions that recreate the conditions that are 
actually natural to these animals’ species. 
 
Clearly, USDA standards for this label must prohibit intensive confinement practices, including 
the use of battery cages for egg-laying hens, crates for and tethering of calves raised for veal, and 
gestation crates for pregnant sows. As well, animals must be raised outdoors, with exceptions for 
inclement weather and health concerns specific to individual animals, in appropriate 
environments for each species allowing the animals to satisfy their natural behaviors. For 
protection, poultry must be brought indoors nightly. Indoor housing for all species must allow for 
natural daylight, environmental enrichment, adequate space for exercise, and the means to engage 
in all natural habits. Both indoors and outdoors, animals must be provided with bedding, nesting, 
and foraging materials appropriate to each species.    
 
Decelerating unnaturally rapid growth of birds 
 
The overwhelming majority of birds raised for meat are genetically manipulated to grow at such 
astronomical rates1 that modern broiler chickens reach market weight in nearly half the time it 
took chickens in the 1950s,2,3 while consuming one-third as much feed. Eighty-five to 90 percent 
of these significant reductions in time and feed intake is due to genetics, and 10 to 15 percent is 

 



 

due to nutritional changes.4 Similarly, in the 1960s, it took 220 days to raise a 35-pound turkey; 
in  



 

2004, it took only 132 days.5 Such forced rapid growth results in birds whose bodies “are on the verge of 
structural collapse.”6 This emphasis on rapid growth has severely reduced the health and well-being of 
these birds, causing significant percentages to experience leg disorders,7,8 skeletal9,10 and cardiovascular 
disease,11 and other painful disabilities. 
 
Specifically, the bone growth of broiler chickens is outpaced by the growth of their muscles and fat, 
leading to a number of skeletal disorders, including “twisted leg” and tibial dyschrondroplasia (TD).12 
“Twisted leg” (valgus-varus or angular bone deformity) is characterized by bowed or knock-kneed legs. 
The deformity typically starts before ten days of age and, as weight accumulates on the legs, can cause 
birds to experience spontaneous fractures.13 TD is characterized by an abnormal mass of cartilage 
preventing normal bone development, which leads to bone fragility, distortions, and infections. One 
review concluded that “TD can produce mild or severe chronic pain, or acute severe debility. Lameness 
caused by TD is a significant welfare concern.”14 One post-mortem study estimated 30 to 49 percent of 
broilers examined suffered from TD.15 Susceptibility is largely genetic. Modern broiler strains experience 
40 times the incidence than slower-growing broiler strains suffered in the 1950s, when housed in identical 
conditions.16 These skeletal diseases manifest themselves as gait abnormalities. Welfare scientists from 
both the United States and the United Kingdom have reported a range of unacceptably high rates of leg 
disorders: Two different surveys have found 27 percent17 and 90 percent18 of broiler chickens 
demonstrate abnormal gait characteristic of leg disorders, while a third found that 30 to 49 percent of 
broilers suffered from leg deformities.19

 
At six weeks, broiler chickens have such difficulty supporting their abnormally heavy bodies that they 
spend 76 to 86 percent of their time lying down.20 Combined with poor litter condition inside grower 
houses on broiler factory farms, the immobility of the birds leads to increased incidence of painful contact 
dermatitis—breast blisters, hock burns, and foot pad lesions21—which has been found to affect up to 20 
percent of broiler chickens.22 Sheds are not cleared of litter and excrement until chickens are taken to 
slaughter and, typically, not even after each flock depopulation, meaning the birds have no choice but to 
stand in their own waste. As a result, bacteria often infect skin sores, leading to disease.23

 
Severe leg deformities also reduce the time broiler chickens spend engaging in such normal behaviors as 
feeding, drinking, walking, scratching, pecking, and dust-bathing.24 The systematic frustration of being 
denied these natural behaviors is believed to cause poor welfare in itself, but can also be fatal in extreme 
cases where birds can no longer reach food or water.25 In one study, 1 to 2 percent of broilers died from 
leg problems.26 One group of researchers concluded, “We consider that birds might have been bred to 
grow so fast that they are on the verge of structural collapse.”27

 
Selection for fast growth causes broiler chickens to suffer increased rates of a variety of other diseases, 
including respiratory infections, coccidiosis (a parasitic infection resulting in sometime fatal blood loss), 
inclusion body hepatitis (an acute disease associated with anemia and hemorrhagic disorders), deep 
pectoral myopathy (disease of the muscle or muscle tissue causing degeneration, necrosis, and fibrosis of 
the deep pectoral muscle), fatty liver and kidney syndrome, hypoglycemia, and acute death syndrome 
(ADS).28,29 In ADS, chickens suddenly lose their balance, violently flap their wings, go into spasms, and 
die of acute heart failure caused by fatal arrhythmias. Between 1 and 4 percent of broilers may die of 
ADS.30 Broilers selected for fast growth also suffer from weakened immune systems, making them more 
susceptible to a variety of infectious diseases.31

 
Ascites, another typical condition among broilers, is characterized by hypertrophy and dilation of the 
heart, changes in liver function, pulmonary insufficiency, hypoxemia, and the accumulation of fluid in the 
abdominal cavity.32,33 Ascites is responsible for 5 to 12 percent of mortality in broiler chickens.34 While 
ADS occurs instantly, “ascites develops gradually, the birds suffer for an extended period before they 



 

die.”35 The problem is largely genetic in origin and requires a genetic solution: “[I]n order to attain the 
goal of an ascites-free broiler, an acceptable and effective selection program must first be developed and 
then implemented by the poultry breeding companies.”36

 
One scientific review concluded that “there is no doubt that commercial broilers today are showing higher 
mortality and higher susceptibility to suboptimal management of nutrition and environment than broilers 
that have been selected less extremely for efficiency and meat yield.”37

 
Forced rapid growth in turkeys, coupled with the unnatural living conditions customary on industrialized 
animal factory farms, cause the birds to suffer severe welfare assaults. One study found that between 7 
and 28 percent of turkeys suffered hip lesions, while 17 to 83 percent exhibited abnormal gait.38 Another 
study found that incidence of tibial dyschondroplasia was as high as 73 percent in turkey flocks.39 
Mortality due to skeletal disease has ranged from 2.7 to 4 percent.40 According to a 1991 report published 
in industry journal Feedstuffs, “[T]urkeys have been bred to grow faster and heavier but their skeletons 
haven’t kept pace, which causes ‘cowboy legs.’ Commonly, the turkeys have problems standing…and fall 
and are trampled on or seek refuge under feeders, leading to bruises and downgradings as well as culled 
or killed birds.”41

 
Leg disorders cause turkeys, like broilers, to spend much of their time lying down, contributing to painful 
contact dermatitis—foot-pad lesions, enlarged sternal bursa (“breast blisters”), focal ulcerative dermatitis 
(“breast buttons”), and hock burns.42 One study found that 98 percent of turkeys in commercial conditions 
suffered foot-pad lesions,43 while another found 67 percent of turkeys suffered breast buttons.44 These 
lesions become pathways to bacterial infections.45

 
Rapid growth in turkeys can cause other welfare problems, as well: lowered immune performance, 
making turkeys more susceptible to a variety of infections;46 increased rates of the muscle disease focal 
myopathy;47 and increased rates of ascites, perirenal hemorrhage syndrome, cardiomyopathy (“round 
heart” disease), and aortic rupture, with mortality rates as high as 10 percent.48, ,49 50

 
Producers who benefit from use of the “naturally raised” label must be required to rear slower growing 
breeds of birds, similar to the “Label Rouge” chickens in France, who comprise the majority of broiler 
chickens raised in that country.51 In the United States, several slow-growing breeds are available, but 
their market share is limited.52 Nevertheless, selectively breeding birds for such rapid growth that high 
percentages of them suffer from painfully debilitating diseases would not be considered “natural” by 
reasonable consumers. To use the “naturally raised” label on poultry products, the animals must not be 
unnaturally fast-growing breeds. 
 
Prohibiting unnatural rates of lay for egg-laying hens 
 
In the United States during 2004, 76.2 billion table eggs were produced by approximately 300 million 
hens, each laying an annual average of 260 eggs53—a nearly ten-fold increase from the approximately 25 
eggs laid each year by their ancestors, Red Junglefowl,54 and more than double the average 100 eggs laid 
annually by hens in the 1940s.55

 
A recent review estimated that between 80 and 89 percent of commercial egg-laying hens suffer from 
osteoporosis,56 a disease characterized by low bone volume. Osteoporosis is not in itself painful, but it is 
the principal cause of bone fractures in laying hens and can cause both acute and chronic pain.57 One 
study found that 29 percent of battery-caged hens had one or more broken bones by the time they were 
shackled for slaughter. Remarkably, 98 percent of these birds’ carcasses had broken bones by the time 
they reached the end of the evisceration line.58 Another study found that 10 percent of hens had one or 



 

more broken bones by end-of-lay, while an additional 17 percent experienced fractures during 
depopulation, transport, and shackling.59 Fractures of the spine, which can cause paralysis and death, are 
also reported.60

 
Housing systems and forced physical inactivity influence rates of osteoporosis and fracture. However, the 
problem is largely genetic in origin, a result of intensive selection for laying hen strains able to maintain 
long periods of continuous egg production.61 Indeed, as noted above, average annual egg production per 
laying hen has increased significantly—from 100 eggs in the 1940s to 260 in 2004. This rate of egg 
production requires considerable amounts of calcium for eggshell formation. At peak egg production over 
a sustained period, a hen cannot absorb enough calcium from her diet and draws calcium from bone mass. 
Over a laying year, the amount of calcium that hens deposit in their shells can be up to 20 times the 
amount retained in their bodies.62 One review of osteoporosis in laying hens concluded, “Our information 
would suggest that the problem is largely genetic in origin, resulting from the breeding of light weight, 
energetically efficient birds that remain in a high rate of lay for a prolonged period. Continuous loss of 
structural bone over the laying period results in weak bones.”63

 
For the same reason that birds who have been genetically manipulated to grow at unnaturally rapid rates 
should not be labeled “naturally raised,” eggs from birds who have been manipulated for astronomical 
rates of lay should not be labeled “naturally raised.” 
 
Prohibiting premature weaning of piglets and calves 
 
In conventional animal agribusiness, piglets64 and calves65,66 are weaned prematurely in order to put these 
animals into production. Producers benefiting from the “naturally raised” label must be required to 
comport with a more biologically natural timeframe for these animals. At a minimum, piglets should not 
be weaned until they are 12 to 15 weeks of age67 and calves should not be weaned before 8 weeks of 
age,68 though some authorities argue that calves should not be weaned until they are between 6 and 9 
months old.69

 
Prohibiting physical alterations  
 
Conventionally raised farm animals are typically subjected to a number of painful and unnatural physical 
alterations, all of which should be prohibited under USDA standards for the “naturally raised” label. 
Prohibited mutilations include branding, dehorning, tail docking, castration, beak trimming, de-toeing, de-
snooding, and dubbing. If any alterations are permitted under this labeling scheme, anesthesia and 
analgesics must be required. 
 
Providing a natural and satisfying diet 
 
Conventionally raised farm animals are fed diets that may include slaughter by-products, drugs, and 
animal waste,70 as well as be overfed or underfed. In contrast, animals who will be marketed under the 
“naturally raised” label must be provided diets that meet their biological needs, do not threaten their 
health or compromise their welfare, and do not result in overfeeding or chronic hunger. Examples of 
practices that must not be allowed under the “naturally raised” label include forced molting of egg-laying 
hens either through starvation or low-nutrient diets, force-feeding of ducks and geese in foie gras 
production, and underfeeding of broiler and turkey breeders. Ruminants must be required to receive the 
majority of their diet on pasture. In addition to banning the use of slaughter by-products and animal 
waste, standards for the “naturally raised” label should prohibit the non-therapeutic use of antibiotics and 
other drugs, as well as the use of hormones, such as recombinant bovine growth hormone (rBGH), to 
increase production. 



 
Again, I thank you for this opportunity and look forward to submitting further comments to the 
Agricultural Marketing Service as it continues to develop standards for a “naturally raised” marketing 
claim. 
 
Sincerely,  

 
Miyun Park  
Vice President, Farm Animal Welfare  
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